for folate deficiency to become overtly manifest. 4 We must, therefore, assume the existence of an aggravating factor which could cause a longstanding depletion of folate in this infant. The marginally low red blood cell folate concentration with incipient haematologic manifestations of folate deficiency in the mother cannot by itself be regarded as the cause of folate deficiency in her infant.5 Our patient's mother had taken an oestrogenprogestin oral contraceptive regularly since her baby was 3 months old; these hormones are excreted in breast milk, and may impair folate absorption in the gut of the infant. A rapidly growing, fully breast fed baby may thus be deprived of his barely adequate folate input, and the stage is set for frank folate deficiency. This sequence of events may explain the development of severe folate deficiency in our patient. There are a good number of published reports on the relation between oral contraception and folate deficiency, but the association of oral contraception in the lactating mother and folate deficiency in her infant is presented here for the first time.
'Contraceptive pills with estrogen/progesterone' are listed among the drugs that are 'usually compatible with breast feeding'.6 With the present day trend towards prolonged breast feeding, the concurrent use of oral contraceptives is likely to become more prevalent. Our report points out a potential hazard of maternal oral contraception to the breast fed infant.
SUMMARY Breast fed infants may be at greater risk of mother to infant hepatitis B virus infection compared with formula fed infants. We studied 85 infants born to 84 hepatitis B surface antigen positive mothers (only two of whom were hepatitis B e positive), and who had received immunisation against hepatitis B virus. Our results indicate that breast feeding does not increase the risk of developing hepatitis B virus infection in infants born to these mothers if immunisation is carried out.
A vaccine against hepatitis B virus is now available, and infants born to carrier mothers are one of the groups with immunisation priority as perinatal infection frequently results in the carrier status. 1-3
Previous studies have shown that this vaccine is safe and effective in these infants;4 however, whether the efficacy of the vaccine differs in breast and formula fed infants born to infected mothers is not known. This is possible as breast feeding may be a mechanism for mother to infant transmission.2 5 6 In this study we show that passive-active immunisation allows infants born to mothers who are hepatitis B virus surface antigen positive, hepatitis B e negative to be breast fed without any added risk.
Materials and methods
Mothers. Eighty five infants born to 84 asymptomatic mothers who were hepatitis B surface antigen positive on routine prenatal screening were studied. The presence of hepatitis B surface antigen was detected in mothers' sera in two occasions, two months apart. In addition hepatitis B e antigen and antibodies and hepatitis B core antibodies were investigated.
Infants. The term infants studied (47 boys and 38 girls) were all born after a normal pregnancy and had a birthweight within the normal range (mean 3-12 g). During the study no medication was given (except a multivitamin mixture), but the infants were vaccinated against polio, tetanus, and diphtheria. Mothers decided whether to breast feed or not. Twenty two infants (12 boys and 10 girls) were breast fed, and 63 (35 boys and 28 girls) were fed on a commercial formula.
Vaccine. The vaccine used is composed of 5 [ig/ml of purified hepatitis B surface antigen inactivated with formaldehyde and with aluminium hydroxide as adjuvant (Hevac B, Institute Pasteur, Paris).
Conduct of the trial. Within 8 hours of birth, babies were given an intramuscular injection (0.5 ml/kg) of immunoglobulins containing hepatitis B surface antigen, 100 IU/ml (hepatitis B immune globulinHBIg-Biagini, Italy). Active immunisation was carried out by two injections of vaccine (1 ml subcutaneously) at age 2 and 4 months. A booster injection was administered nine months after the first dose. Blood samples were taken immediately before each of the first two injections, two and five months after the second injection, and one month after the third injection. The infants were visited monthly throughout the trial period, and the parents were asked to note any side effects. All parents had given informed consent. Strict adherence to the immunisation schedule was maintained, and compliance with follow up was excellent since none of the infants dropped out.
Laboratory methods. A radioimmunoassay was used to detect hepatitis B surface antigen and antibodies, hepatitis B e and antibodies, and hepatitis B core antibodies (AUSRIA, AUSAB, HBe, anti-HBe, and CORAB, respectively; Abbott Lab, USA). Hepatitis B surface antibody titres were measured in mIU/ml, and we considered positive the sera containing more than 0-7 mIU-ml. This value was used to evaluate seroconversions. Alanine amino transferase and aminoaspartate transaminase were determined by using standard methods. Our main finding is that by virtue of passive-active immunisation, breast fed infants are not at higher risk of contracting infection than formula fed infants. The possibility that hepatitis B virus is present in breast milk is a controversial point,1 2 5 but it is beyond doubt that the virus may be ingested through blood or serum exuding from cracked nipples,6 which is a common occurrence, and it was therefore suggested that breast feeding of infants born to hepatitis B surface antigen positive mothers should be avoided.2 6 We suggest, however, that passive-active immunisation allows these infants to enjoy breast feeding, the nutritional, immunological, and psychological advantages of which are well known. In addition, breast feeding may help to lessen the guilt usually felt by these mothers.
Since mothers who are hepatitis B e positive are most infective, these conclusions may apply only in populations with low percentages of these mothers. Moreover, it is undoubtedly true that breast fed infants who do not seroconvert ( The study of urinary kallikrein excretion in children is therefore important in elucidating the mechansim of the development of essential hypertension in later life. The aim of the present study was to investigate whether children who have parents with essential hypertension have lower urinary kallikrein excretion than control children.
Subjects and methods
Sixty five healthy normotensive children aged 7 to 15 years, from different families, were studied in the outpatient department at Niigata University Medical Hospital. Children with organic diseases were excluded from this study. A 12 hour overnight urine specimen was collected, and aliquots were stored at -20°C until assay. Urinary kallikrein was estimated 
